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Scurvy is thought to be a disease of the past that has long been forgotten. Historically, James Lind, a Scottish physician, wconducted
the ﬁrst ever clinical trial in an attempt to ﬁnd a cure for scurvy in sailors in 1746, and found out that citrus fruits helped cure the disease
(Carpenter, 1785). Although symptoms of scurvy have long been known before that clinical trial and since the 15th century (Leger, 2008),
but the there was no clear etiology or treatment for the disease (Carpenter, 1785).
Scurvy has a number of clinical manifestations leading to changes in bones, skin, and mucous membranes. Usually, it takes a person
one to three months to develop scurvy after a diet deﬁcient in Vitamin C (Ascorbic acid) (Bolognia et al., 2008).
Symptoms dramatically improve after vitamin C supplementation (Bolognia et al., 2008).
Nowadays, we rarely see patients presenting with scurvy, but we need to think about it in patients with food faddisms, alcoholism,
and poor nutrition due to any cause such as anorexia nervosa, malabsorption such as due to inﬂammatory bowel disease, celiac disease
and severe food allergies.
Here, we report a case of a 48 year old gentleman who presented to the dermatology clinic with clinical manifestations of scurvy.
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Our case was of a 48 year old Saudi gentleman who was
very anxious when he was brought into the clinic by his son
on a wheelchair, and he was clearly pale and cachectic. His
complaint was of a red rash on the legs and thighs which he
noticed a few weeks ago. On clinical examination of the
skin, the rash on the legs and thighs appeared to be purpu-
ric and was perifollicular in distribution, although cork-
screw hairs were not appreciated. He was also noticed tohttp://dx.doi.org/10.1016/j.jdds.2014.06.005
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Production and hosting by Elsevierhave lost a few of his teeth, and had submucosal hemor-
rhages in the gingiva, along with some localized areas of
gingival hypertrophy (see Figs. 1–3). On measurement of
his vital signs, he was found to have a tachycardia of
110 beats/min, but the rest of the vital signs were within
normal. There was no clear explanation for why he was
bound to a wheelchair, as he told us that he used to be a
Karate instructor, but now is unable to stand or walk since
about a year, mainly due to pain in both knees and legs
with no history of trauma or joint problems, the left knee
looked swollen in comparison to the right knee and both
were in a ﬂexed position with diﬃculty to extend due to
pain. He was unable to stand when asked to do so. Radio-
logical studies in the form of bilateral knee X-rays were
done and showed widening of the femoral intercondylar
notch in both knees, suggesting hemarthrosis in both knees
Fig. 4, and the changes were more apparent in the left knee,
and this explained the pain he suﬀered from. Due to hisSaud University.
ommons.org/licenses/by-nc-nd/3.0/).
Fig. 1. Perifollicular purpuric rash on thighs.
Fig. 2. Lost teeth and gingival hypertrophy with submucosal hemorrhage.
Fig. 3. Localized gingival hypertrophy and loss of teeth.
Fig. 4. Widening of both femoral interchondylar notches, suggesting
hemarthrosis in both knees.
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admitted being on a restricted diet for many years due to
abdominal symptoms of bloating and pain upon eating dif-
ferent foods mainly fruits and vegetables. He never took
any supplements despite his restricted diet for fear that it
would aggravate his abdominal symptoms, and he was
not an alcoholic. When the patient noticed our concern
about his condition he was terriﬁed that he might have a
grave illness especially after informing him that we neededto refer him to the internist for further evaluation to rule
out any gastrointestinal problems or an internal malig-
nancy. At that time, we thought that his skin and gum
manifestations were due to scurvy. We asked for a mea-
surement of leukocyte ascorbate level (vitamin C) unfortu-
nately, this test was not available and our diagnosis was
based on clinical ﬁndings. We thought that scurvy was just
the tip of the iceberg, we needed to rule out the underlying
causes. Upon investigation by the internal medicine team
who opted to admit him for further evaluation and investi-
gation, it was discovered that the patient suﬀered from
severe vitamin B12 deﬁciency and was diagnosed to have
pernicious anemia with atrophic gastritis and terminal duo-
denitis. All throughout his admission, he resisted proce-
dures such as endoscopy and colonoscopy due to fear of
complications, and it was clear that he had severe hypo-
chondriasis, it took a lot of reassurance and explanations
for him to consent to these investigational procedures.
The patient was started on vitamin B12 injections and folic
acid supplements, but refused vitamin C supplements for
fear that it would cause gastrointestinal irritation, so
instead he was oﬀered dietary advice which he was willing
to give a try. Six months after his discharge he gained a suf-
ﬁcient amount of weight, and came to the dermatology
clinic for follow up, and to our pleasant surprise, he was
walking normally without any assistance, and seemed to
be much more relaxed and calm, his skin rashes had gone
and his gingiva looked much better.2. Discussion
Scurvy results from vitamin C (Ascorbic acid) deﬁ-
ciency, and the human body cannot synthesize it, so it
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include fruits such as lemons, limes, oranges, grapefruits
and strawberries, and vegetables like potatoes, tomatoes,
broccoli, spinach, and peppers (Carpenter, 1875; Leger,
2008; Food and Board – Institute of Medicine, 2000).
Deﬁciency of vitamin C occurs in about one to three
months of a deﬁcient diet. Risk factors for vitamin C deﬁ-
ciency or depletion include patients with food faddisms,
alcoholism, and poor nutrition due to any cause such as
anorexia nervosa, old age or low socio-economic status,
malabsorption such as due to inﬂammatory bowel disease,
celiac disease, and gastric bypass surgery and severe food
allergies. Smokers and pregnant ladies may also develop
deﬁciencies because of increased catabolism of vitamin C
in the former and increased requirement of vitamin C in
the latter not met by increased intake (Leger, 2008). Our
patient turned out to have pernicious anemia with atrophic
gastritis and terminal duodenitis, and he was on a restricted
diet with strict avoidance of fruits and vegetables. So
scurvy in his case was just the tip of the iceberg. He had
previously sought medical advice regarding his gastrointes-
tinal problem, which has been bothering him since he was
18 years old, and was told that he might have irritable
bowel syndrome, but he never had a colonoscopy or an
endoscopy done, and this was due to his continuous refusal
when previously suggested to him.
Diagnosis of scurvy is based on clinical ﬁndings, along
with a history of dietary deﬁciency or symptoms suggestive
of depletion. Plasma vitamin C level may not be accurate
or may even be normal due to reﬂection of recent dietary
intake rather than true tissue levels (Bolognia et al., 2008;
Goebel, 2013).
Vitamin C plays a vital role in collagen and ground sub-
stance synthesis, and is important for the synthesis of epi-
nephrine and carnitine (Bolognia et al., 2008; Gerdhoﬀ,
1993). It also plays an important role in white blood cell
function, absorption of iron and metabolism of folic acid
(Bolognia et al., 2008; Gerdhoﬀ, 1993). Therefore, it is
expected to see manifestations of scurvy (vitamin C deﬁ-
ciency) in skin, mucous membranes, and bones. The man-
ifestations may be remembered by the 4 Hs of hemorrhage,
hyperkeratosis, hypochondriasis and hematologic abnor-
malities (Goebel, 2013). Initially the patient may develop
non-speciﬁc symptoms like malaise, lethargy, loss of appe-
tite, weight loss, diarrhea, anemia, tachypnea, hypotension
and fever. Later on as the deﬁciency becomes severe, the
patient starts developing dyspnea, bone and muscle pain
(Bolognia et al., 2008; Goebel, 2013). The skin manifesta-
tions include follicular hyperkeratosis, perifollicular pur-
pura, and corkscrew hairs. Hemorrhages in the skin may
be in the form of petechiae, bruises, subungual or submu-
cosal hemorrhages (Bolognia et al., 2008). Gingival hyper-
trophy and bleeding can also be observed as well as loose
teeth that may lead to losing teeth. Other symptoms of
scurvy include, pain and tenderness of the knees, legs and
pseudoparalysis, which our patient suﬀered from, and inhis case it was due to hemarthrosis in both knees which
is also a manifestation of scurvy. Pain and pseudoparalysis
could also be due to subperiosteal hemorrhage (Bolognia
et al., 2008; Goebel, 2013). Hypochondriasis is another fea-
ture of scurvy which our patient suﬀered from, and some
patients may develop depression. If left untreated, scurvy
can lead to neurologic complications such as seizures due
to cerebral sheath hemorrhage and ultimately may lead
to death (Bolognia et al., 2008).
Treatment of scurvy requires supplementation with vita-
min C in a dose of 250 mg 4 times a day for a week, and
then a balanced diet with 60–100 mg of vitamin C daily
should be advised (Bolognia et al., 2008; Goebel, 2013).
Other nutritional deﬁciencies and co-morbidities should
be addressed as well, as has been the case with our patient.
3. Conclusion
Although scurvy is rare nowadays, it should be consid-
ered in high risk groups such as those with food faddisms,
poor nutrition, and malabsorption, and in smokers and
pregnant women who present with symptoms suggestive
of scurvy. Cases may be easily missed due to non-speciﬁc
initial symptoms, and this may lead to increased morbidity
and mortality as the deﬁciency progresses and goes undiag-
nosed and untreated. Therefore, early recognition by hav-
ing a low index of suspicion in high risk groups may
serve in sparing the patient a lot of suﬀering. Also, when
scurvy is suspected a search for co-morbidities and other
nutritional deﬁciencies is warranted as scurvy may just be
the tip of the iceberg. We also recommend that tests for
vitamin C levels should be made available in the hospital
laboratories, since scurvy is a disease that can still be seen
nowadays, and may be easily missed, despite due to the fact
that a clinical diagnosis may be suﬃcient to establish
diagnosis.
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